FTRES 2016 456 A% 45 K% 18 9 2475

wE - EMHR
EMRMEFRARAXBRANEEREL S HO-1.VEGF RZMEH

TR, EX R R EN
<1.*;Grrivfﬂr:}ik%”*w&,[é%z‘wémﬂ,;ﬁr@fxra 471003;2. 4 R S ERAZ A4, T EH % 453000;
3. HM WP E A2 A, FRON 450052;4, FN K E — W B E A2 RA, FH O 450052)

doi:10. 3969/j. issn. 1671-8348. 2016. 18. 008

[(BE] BH HKITRBEELEEERXXAFZILCRENRKXBEEFREL P REAKEKREF (VEGE) . f 41 & A AL EE-1
(HO-DER G £2X Tk, HiE Bk Wistar KR 36 Ry AT BAE BFRAF LB M, HF4 12 X, A KR KM H L
@bﬁd«&lﬁﬁﬁi@'iﬁm:i%%kfﬁwﬁﬁ BF KA RIS &SR sh, A ey L BRI AEA 28, 1.4.8.12 J& # 47 Morris &
REEBEFRERIA EH ARG F 7%1‘&'?6?;‘%}7'#]%99’;4}14& SPHEXRETUREAR A KEKEFEL ¥ VEGF f
HOJ%@%%& c R S L2 ABEAALBBEREFE R TERFRASRA. BT FEMELEGORKY TRFRAF T
B, EFARRIAFEL(P<0.05);1~12 AMBAEBFAA SFBASDHEM G A LE, £ FH A% FEL (P>
0.05); 5 M4l 5 K4 HO-1.VEGF & M A& ¥y THEA M, ZF AL FELP<0.05), it MBEEERL

SRR E TR BA ARG RGAEA r?ﬁifiéi)bif]‘ﬁiﬂﬂi%"ﬁ VEGF #= HO-1 7T &% f5 1% M i B fn & R ABAY 242 VA
[X@BR] HEX.oFR;LFAXERE T;haFRMAE-1;5 JTiTl
[RES%ES] R741.02 [cEidriRam] A [rZ=4HS] 1671-8348(2016)18-2475-03

Changes of VEGF and HO-1 expression in cerebral cortex and hippocampus of chronic ischemic vascular dementia rat
Shen Ruile' ,Chang Wenguang® ,Wu Yanzhi®
(1. Department of Neurology .First Af filiated Hospital of Henan University of Science and Technology .Luoyang.

yTeng Junfang"

Henan 471003 ,China;2. Department of Neurology ,Xinxiang Municipal Central Hospital s Xinxiang, Henna 453000,China;
3. Department of Neurology ,Zhengzhou Municipal Central Hospital , Zhengzhou, Henan 450052, China;

4. Department of Neurology ,First Af filiated Hospital of Zhengzhou University ,Zhengzhou, Henan 450052 ,China)

[ Abstract] Objective To investigate the changes of learning and memory function, vascular endothelial growth factor
(VEGF) and heme oxygenase-1(HO-1) expression in cerebral cortex and hippocampus of chronic ischemic vascular dementia rats.
Methods Thirty-six healthy SD rats were divided into the control group,sham operation group and model group,12 cases in each
group. The chronic ischemic vascular dementia rat model was established by the permanent bilateral carotid artery occlusion The
sham operation group received the same treatment to the model group except without bilateral carotid artery occlusion. The learning
and memory abilities were tested by the Morris water maze experiment and climbing rope strength experiment at 1,4,8,12 weeks
respectively. The expressions of VEGF and HO-1 in rat cerebral cortex and hippocampus was determined by immunohistochemical
SP technique. Results The escape latency time at 8,12 weeks in the model group was longer than that in the sham operation group
and control group,and the number of crossing the platform was less than that in the sham operation group and control group, the
differences were statistically significant(P<C0. 05) ; the time of climbing at 1— 12 weeks had no statistical difference between the
model group and the sham operation group and between the model group and the control group (P>>0. 05). The positive expression
of HO-1 and VEGF protein contents in the control group and sham operation group was less than that in the model group with sta-
tistical difference(P<0. 05). Conclusion Chronic cerebral hypoperfusion has a permanent damage to the learning and memory abil-

ities in rats, while has no influence on the motor function. VEGF and HO-1 may play a protective role in chronic cerebral ischemia.
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